Introduction
In syphilis the immunological response of the host to infection with Treponema pallidum has been extensively studied. As far as the cellular limb of immunity is concerned, many findings have pointed to impaired cell-mediated immunity in the early stages of infection.' Studies of the humoral response have shown that after infection immunoglobulins of different classes (IgG, IgA, IgM, and IgE) are extensively produced and their raised concentrations in serum and (at least partial) antitreponemal specificity have been demonstrated. [2] [3] [4] [5] [6] Although T pallidum is present in the body after inoculation, there is often a delay before specific immunoglobulins can be detected. A temporary delay or block in the differentiation of antigenstimulated B lymphoid cells into immunoglobulinsecreting plasma cells may be the origin of this delay.
The aim of the present study was to investigate this hypothesis. It was based on the previous findings of Cormane et a17-9 that disease-specific antibodies could be eluted from circulating lymphoid cells in patients with autoimmune diseases such as lupus erythematosus, pemphigus, pemphigoid, scleroderma, and alopecia areata.
In this study the antitreponemal specificity of antibodies eluted from circulating lymphoid cells from patients with primary syphilis were investigated by the immunoglobulin-class-specific fluorescent treponemal antibody absorption (FTA-ABS) test The patients included in this study were referred from the outpatient department of our hospital. All were male, and a diagnosis of primary syphilis was based on the existence of an indurated ulcer from which T pallidum could be demonstrated by darkfield microscopy and a positive result to a treponemal serological test at the initial or at a subsequent examination.
A total of 12 patients was studied; of these, 10 were untreated at the time of investigation and two had been treated for less than one week. The time interval between infection and time of study varied from four to 12 weeks.
A complete study of sera and lymphoid cell eluates from 10 patients was carried out (Table I ). In addition, B lymphoid cell subpopulations were quantitatively determined in 10 patients (Table II) . The results of B lymphoid cell determination in 10 patients with primary syphilis are given in Table II and those of 10 healthy controls in Table III . Absolute numbers of lymphoid cells in the study group did not differ from normal (mean: 
The exact values of standarised W and two-sided tail probability, obtained by applying Wilcoxon's test to each of the five investigated immunological traits, are given in Table II . The study group and the control group differed significantly in the number of IgG-bearing lymphoid cells (P 0-0089). The number of IgG-bearing lymphoid cells had increased in the study group, its median being 8 25% higher than that of the control group. No significant difference was found in the other subclasses of immunoglobulin-bearing lymphoid cells. 
Discussion
The results of determining the numbers of immunoglobulin-bearing lymphoid cells in primary syphilis indicate that the number of IgG-bearing lymphoid cells are significantly increased, with a probability of P = 0-0089.
In the study group, circulating antitreponemal IgM antibodies were detected in five out of eight patients, the remaining three probably having false-negative results. The production of circulating antitreponemal IgG seemed to be only beginning, as the results in four out of eight cases to the IgG-FTA-ABS test were positive and those in the other four were borderline (Tables I and II) The rejection of the original hypothesis, and thus the probability of normal B lymphoid cell differentiation in primary syphilis, is in agreement with the role of the extracellular material at the surface of T pallidum.'6 17 This layer may not only prevent non-immunological defence mechanisms from interfering with the invading micro-organism but may also cause a delay in antibody production as a consequence of its low antigenic capacity. Moreover, it may explain the limited success of invivo passive immunisation with syphilitic sera in rabbit experiments.'8 19 The finding of increased numbers of IgG-bearing lymphoid cells in patients with primary syphilis needs to be confirmed but it may be definitively explained by future investigations.
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